0.18, respectively (since 0.7 paE + 0.15(1 - paE} = 0.39 implies
=0.44).
For the exposure histories represented by a = 1, we used the uncorrected estimates 0.39 and 0.25, and otherwise used the corrected estimates. The uncorrected estimates were used in our sensitivity analysis because we do not know the true misclassifica-tion rates and, if false-positive and false-negative rates depend on "exposure" status, the true ratio of paE/PaE mav De less than or equal to 0.39/0.25. To develop estimates of fia and /2a we proceed as follows. Jarvis et al. (1985) give mean salivary cotinine levels in children of 0.44, 1.32, 1.99, 3.39 ng/ml, depending on whether neither parent smoked (269), only father smoked (96), only mother smoked (76), or both parents smoked (128). (The numbers in parentheses give the number of children in each parental smoking category.) Now, Jarvis et al. conjecture that an average active smoker would have a salivary cotinine level of approximately 300 ng/ml. It follows that, as a rough approximation, the exposure to ETS of a child with nonsmoking parents is approximately 0.3d0 since Wald and Ritchie (1984) found the urinary cotinine levels of currently- "unexposed" individuals were approximately 1/200 that of an average active smoker and 0.44 X 200/300 £ 0.3. (This result obviously depends on unverified assumptions about the comparability of nicotine metabolism in adults and children.) Furthermore, the ratio of ETS exposure in an average child with a smoking parent to an average child without a smoking parent is [(1.32)(96) + 1.99(76) + 3.39(128)/(96 + 76 + 128)]/0.44 = 5.1 (which is a dose of 1.53d0 = 5.1(0.3)do- Similar data from a study of Coultas et al. (1986) give a ratio of 3.07 rather than 5.1, under the assumption that the fraction of children with two smoking parents among children with at least one smoking parent is 128/(76 + 56 + 128), as in the Jarvis study. These results motivated the choice of fia and /2a for a equal to 1 and 2.
One would expect that in the 1920s children living in homes with no parents smoking might well have less ETS exposure than such children currently have (since in the 1920s fewer caretakers, who were almost exclusively female, smoked). On the other hand, among children who lived in a home with a smoking parent, presumably a higher percentage had only a father who smoked. (Data on this question was not available from the Garfinkel et al. (1985) control population.) Thus, the ETS exposure in the 1920st one smoking parent. Then, correcting for misclassification, our best estimates of pas and paE are 0.44 and 100,000 Sleight. Beta blockade during
